Abstract
Introduction

34
Campylobacter infection is a major cause of foodborne gastroenteritis in humans 35 worldwide (1). Disease ranges from mild, non-inflammatory, self-limiting diarrhea to 36 prolonged, inflammatory diarrhea and occasional serious complications such as 37 Guillain-Barré syndrome and reactive arthritis (1). Ninety percent of human disease 38 is attributed to C. jejuni, while Campylobacter coli accounts for the remainder (2).
39
In contrast to human infection, C. jejuni establishes a largely asymptomatic incubated at 37°C in 5% CO 2 . Interacting and invading bacteria were enumerated at 174 3, 6 and 24 h as previously described (25) and statistical significance was assessed 175 using a two-sample t-test assuming unequal variance. 
211
Differences in the number of birds colonised were assessed using a Chi-square test.
212
The distributions of numbers of bacteria found in samples from the birds were to HPA whereas the complemented strain showed a significant increase (Fig. 5B ).
338
To explore the effect of pre-exposure to HPA on IEC cytokine responses, we Pre-exposure to pancreatic amylase promotes colonisation of broiler chickens.
360
To determine whether pre-exposure to pancreatic amylase affects the ability of C.
361
jejuni to colonise chickens, strain 11168H and the cj0511 mutant grown with or 362 without HPA were used to infect broiler chickens of 21 days old. At day 4, the WT 363 strain had colonised better than the cj0511 mutant, but no difference was apparent 364 between treatments (Fig. 7A) . By day 7, the number of birds colonised by the WT 365 strain exposed to HPA prior to infection was significantly greater than the number of 366 birds colonised by this strain not exposed to HPA (p=0.005) (Fig. 7B) 
